
A rare cause ofvisual loss in AIDS patients: central retinal vein occlusion

vision in the right eye to only hand movement at 3
feet, but the corrected vision in the left eye was
20/30. There was no anterior segment neo-
vascularisation and the anterior chamber angle
was grade IV open. The intraocular pressures
were normal in both eyes. Funduscopic examina-
tion revealed typical finding ofischaemic CRVO,
which was supported by fluorescein angiography
as shown in Figure 1. Laboratory investigations
at the time of the diagnosis showed haemoglobin
of 7-9 g/l, haematocrit of 26-4%, WBC of
800x 106/1, and platelets of 30x 101/l. Extensive
coagulation investigation including antithrom-
bin III, heparin-cofactor II and protein S,
protein C, antiphospholipid antibodies, and cir-
culating immune complexes (CIC), did not show
any abnormalities.
The patient was followed without treatment

for 1 year, her vision remained unchanged in the
left eye, but showed some improvement in the
right eye; she was able to count fingers at 1 foot.

Comment
This is the second case in the literature ofCRVO
causing visual loss in a patient with AIDS. CMV
retinitis remains the most common cause of loss
of vision in AIDS patients.' The prognosis and
the treatment of CRVO and CMV retinitis are
quite different.'" The diagnosis in our patient
was suspected on funduscopic examination and
supported by fluorescein angiography (Fig 1).
CRVO occurred in this patient in the absence of

underlying cardiovascular disease or any signifi-
cant coagulation defects that can lead to throm-
bosis.24 As in the previously reported case, our
patient developedCRVO in conjunction with the
treatment ofthe anaemia. In the present case, the
anaemia was treated with r-HuEPO. Thrombosis
of arteriovenous fistulas and native veins has
been reported in patients in chronic haemo-
dialysis during the course of treatment with
r-HuEPO.' The haematocrit did not rise signifi-
cantly in this case (24% to 26 4%), however,
other rheological effect of r-HuEPO such as
increased platelet aggregation could still con-
tribute to CRVO in AIDS patients who are likely
to have an abnormal retinal microcirculation.' 5

Finally, CVRO in this case, as well as in the
case presented by Tiech et al,2 occurred in
patients known to have AIDS. It remains unclear
as to whether or not the CRVO may precede
significant AIDS related illness.
We thank Jan Isaacs for her secretarial skills.
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Persistent visual changes following hashish
consumption
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Lasting changes in vision following drug misuse
were recently described by Levi and Miller.' In
one of the reported patients, visual alterations
occurred as a result ofmarijuana misuse only. We
observed a subject who presented visual changes
which started the day following discontinuation
of a 5 year long period of continuous hashish
consumption, and which had lasted for months.
Visual symptoms were strikingly increased on
physical effort or when reading from a brightly lit
paper.
Our observation corroborates the recent sug-

gestion by Levi and Miller,' that lasting, harmful
effects of cannabinoid consumption on visual
function may have been previously under-
estimated.

Case report
A 23-year-old man complained of visual changes

lasting for 8 months. Although mentally rather
well balanced, when aged 18 he starred smoking
hashish for social reasons, and went on smoking
several times a day, uninterrupted for 5 years. He
denied having used any other drug. On the day
following discontinuation of drug misuse, he
noted the occurrence of changes in visual func-
tion, consisting mainly in perception of small
black and white spots flickering randomly at high
frequency. The phenomenon was described as
similar to interference on a television screen.
These visual phenomena were markedly
increased by either starting physical effort or
reading from a brightly lit white paper, making
everyday life difficult. The patient also described
a reduction in capacity for mental concentration,
and in depth perception, and the occurrence of
visual perseveration after looking at bright
objects. In addition, he occasionally noted a
feeling of disconnection between himself and
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people with whom he was speaking. Headaches
and changes in concentration abilities resolved
within 4 months, whereas visual symptoms still
persisted after 8 months of drug abstinence,
although slightly reduced in intensity.
Neuro-ophthalmic evaluation, including

visual acuity, visual fields, stereopsis using the
Titmus test, colour perception, and pattern
visually evoked response, failed to demonstrate
any abnormality. Neurological examination was
normal, including electroencephalogram and
computed tomography scan.

Comment
Disturbances of visual perception following can-
nabinoid consumption are poorly defined. In the
report by Levi and Miller,' a patient who mis-
used marijuana alone, like ours, experienced
visual changes, including alteration in depth
perception and some kind of sensorial discon-
nection when talking to people. In addition, both
subjects experienced intermittent light phenom-
ena; in one as a strobe-like effect, and in the other
as bright spots ffickering randomly at high
frequency.

In our patient, increasing the brightness of the
background, even if this was only reading from a
bright white paper, enhanced the visual symp-
toms. In a number of conditions, abnormal
sensory phenomena increase as background
luminance increases - for example, pain during
attacks of migraine, or dazzling in subjects with
optic neuropathy. Various mechanisms might be
considered as explaining the influence ofambient
light, including opticotrigeminal summation2 in

migraine headache, and intermittent blocks in
nerve conduction3 in optic neuropathy. In our
observation, mechanisms by which visual altera-
tions are increased with a light background are
still poorly understood. As concentration was
altered, it is conceivable that cortical disinhibi-
tion was involved.

Visual abnormalities were also increased by
stress in the patient described by Levi and
Miller, and by physical effort in ours. It is
possible that changes in vasomotor control,
which have been shown to occur following
cannabinoid misuse,4 might play a role in such
circumstances.
The visual changes in our patient appeared on

the day following discontinuation of hashish
misuse. This indicates that, following canna-
binoid consumption as with other drugs,' persis-
tent changes in vision can occur after a drug-free
interval. Lasting effects of cannabinoid misuse
are more frequent than would appear from
published reports. However, this diagnosis
should only be made after other causes of non-
specific alteration in visual perception have been
excluded by a careful history and by medical and
neuroimaging evaluation.
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Dirofilariasis: an uncommon parasitosis of the eye
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Dirofilariasis, a disease rarely seen in humans,
occurs commonly in carnivorous mammals. Two
important species in the Dirofilaria genus are
found in the eye. One of these is D tenuis, whose
natural host is raccoons. As there are no raccoons
in Turkey, this parasite is not found there. The
other is D repens, which is found in dogs and
cats. Since only immature forms are found in
humans, no microfilarias are detected in the
circulation.' 2 Although it is an uncommon para-
site in humans, when found it is usually located
in the subepithelial tissues of the eyelids, fingers,
cheeks, breasts, abdomen, and very rarely in
conjunctivae. The source and the route of infec-
tion is not known definitely. Diagnosis could
only be made by detecting the parasite in the
histological specimen. Treatment is only by
surgical excision. '4

Case reports

CASE 1
A 22-year-old man, complaining of photo-
phobia, redness, and conjunctival swelling in the
left eye of 1 week's duration, was admitted to
hospital. In the ophthalmic evaluation a ciliary
injection and a superotemporally located sub-
conjunctival mass were detected (Fig 1). The
mass contained a thin, white living worm.
Routine blood tests were within normal limits,
and no microfilaria were detected in the blood
smear. The worm was removed with a forceps,
the subconjunctival mass was excised with the
conjunctiva, and the exposed sclera was covered
by Tenon's capsule under local anaesthesia. The
specimen measured 1 x 0 5 cm and histopatho-
logically exhibited a mixed inflammatory
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